evening's subject for discussion is the problem of rheumatic fever and we are particularly fortunate in having Dr Michael Joseph here as guest speaker. Dr Joseph has for some years been a member of the consultant staff of Guy's Hospital, where he works as a paediatrician with a special interest in cardiology. More (Fig. 1) . The appearances are really those of early congestive heart failure.
FIG. 1.
A small pericardial effusion cannot be excluded. The left costophrenic recess is less well illuminated than the right and this may be due to slight pleural reaction, but there is no obvious pleural effusion at the time of this portable X-ray examination. P. TROTr: At post-mortem the principal findings were in the heart. This was grossly enlarged and weighed 330 g, which is at least double the normal weight for a heart in a boy of this age. The increase in size was predominantly due to a grossly enlarged left ventricle which was dilated and had a very thick wall (1-2 cm), somewhat thicker than a normal adult's left ventricle. The myocardium was generally pale but there were no rheumatic nodules to be seen macroscopically. The pulmonary, tricuspid and aortic valves were normal to the naked eye, but the mitral valve was very much dilated and admited three fingers. The surface of the valve was pink and oedematous and there were many pale grey bead-like vegetations on the auricular surface, some of which had extended to the margin of the valve giving it an extremely irregular and rigid appearance. In the respiratory tract the tonsils were enlarged to about twice the normal size, the trachea and main bronchi were filled with a pink watery fluid and the lungs were grossly congested and oedematous, particularly in the left lower lobe. The liver was enlarged to about twice the normal size and its cut surface was dark red in colour. All the other organs were apparently normal.
The conclusion is that the child died from heart failure due to acute-on-chronic rheumatic carditis. (Fig. 4) M. C. JOSEPH: As regards the question of arthritis, we know that it may be absent in rheumatic fever and it is said to be less common in childhood (Wood, 1956 ), but joint pain occurred in 90% of 457 initial attacks of rheumatic fever in patients under the age of 17 years (Massell, 1958 (Wood, 1956) . Chorea speaks for itself, but about one-third of patients with chorea subsequently develop rheumatic heart disease (Ash, 1948 R. KEMBALL-PRICE: I think it might be relevant here to mention the differentiation of pericardial effusion and heart failure in the course of rheumatic fever because they have certain points of similarity. In both you have cardiac enlargement on X-ray and you may also have engorged neck veins and an enlarged liver, but the prognosis of heart failure in the course of rheumatic fever is far worse than that of pericardial effusion. About 10 years ago Gerald Thomas (1954) as a result of his experience at Taplow, laid down certain points of differentiation, and there were ten that he mentioned. First was the time of onset, in that pericarditis and effusion tend to occur early in the attack whereas heart failure tends to come late. The temperature is practically always raised with pericarditis and is often normal in the state of heart failure. The sedimentation rate is always up with pericarditis and may be normal at the time when heart failure develops; the same is true of leucocytosis. Oedema and ascites are both common in heart failure but are not seen with pericardial effusion. In addition, a pleural effusion is common with a pericardial effusion and it is rare in heart failure. And then again in pericarditis a rapid change in the heart size on X-ray is in favour of fluid coming and going rather than the cardiac size changing. Furthermore, the hilar congestion of pulmonary oedema is common in heart failure but is not commonly seen with pericardial effusion. Finally, we find that heart failure tends to respond to digitalis whereas a pericardial effusion is unaffected by this treatment.
Well now would anybody else like to speak? Perhaps as it is getting late we ought to end our proceedings, but before doing so I should like to thank all the speakers, particularly Dr Joseph who has made such a useful contribution to our knowledge about rheumatic fever. Thank you, Dr Joseph.
